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Discussion

criteria, our prior modeling suggested that neutralization was the more likely mechanism.

determinants.
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Our mathematical model results support that AAV-delivered eCD4Ig could achieve post-treatment control of HIV following ATI.
We cannot confidently discriminate the eCD4lg mechanism, with implications for balance of factors leading to immune control and the
amount of eCD4Ig needed for post-treatment control. While our model favors enhanced cell-mediated killing over neutralization via BIC

These results suggest that the determinants of post-treatment control are multi-factorial and extraordinarily complex, including eCD4 level,
eCD4 potency, eCD4 mechanism, strength of the innate immune response, and strength of the acquired immune response. However, a
sufficient level of eCDA4lg is predicted to achieve post-treatment control regardless, and eCD4lg level and potency are the two most critical
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